Dear Sir, Few cases of nephrotic syndrome have been associated with sarcoidosis. Membranous glomerulonephritis predominates as the pathological basis of nephrotic syndrome [1][2][3][4]. Less frequent lesions of proliferative glomerulonephritis [5, 6], amyloidosis [7] or focal glomerular sclerosis [8][9][10] have also been observed. Both the heterogeneity and the rarity of glomerular involvement could suggest that the association between glomerulonephritis and sarcoidosis might be fortuitous. However, several immunological facts suggest a relationship between both diseases. We report a 31-year-old male who was hospitalized in July 1991 becauses of asthenia, anorexia, chest pain, and leg edema. His blood pressure was 120/60 mm Hg. The urinary sediment was normal, proteinuria was 8.3 g/24 h, serum creatinine 1.03 mg/dl and creatinine clearance 86 ml/min. Serum protein was 5.9 g/dl, albumin 2.1 g/dl, and cholesterol 639 mg/dl. Erythrocyte sedimentation rate was high and serum calcium concentration was normal. Chest radiographs disclosed reticulonodular pulmonary images distributed in a homogeneous bilateral pattern and bilateral hilar and laterotracheal adenopathies. Tuberculine test was negative and repeated searches for Mycobacterium tuberculosis gave negative results. The material obtained from bronchial biopsy showed the presence of a large number of gigantocel-lular granulomas without caseous necrosis, characteristic of sarcoidosis. In addition, there was lymphocytosis (46%) in the fluid recovered by bronchoalveolar lavage (normal 7 ± 2%). Determinations of lung lymphocyte subpopulations by now cytometry showed a large number of activated T cells (CD3 + DR + , 58%). Pulmonary function tests showed a restrictive syndrome, and alveolar capillary diffusion capacity of carbon monoxide was decreased. A gallium-67 scan showed diffuse captation in both lungs. A computed tomography scan of the abdomen and pelvis showed negative results. Plasma level of the angiotensin-converting enzyme was elevated to 292 U/ml (normal values: 8-52). The kidneys were of regular shape and normal size. A percutaneous renal biopsy disclosed focal segmental glomerulosclerosis ( fig. 1) . Tubulointerstitial or vascular lesions were not observed. Immunofluorescence studies were negative. Treatment with prednisone 60 mg daily was initiated which resulted in a dramatic improvement of the constitutional symptoms. One month later, there was resolution of the pulmonary reticulonodular pattern, but the bilateral hilar lymphadenopa-thies persisted. The plasma level of angiotensin-converting
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